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Inclusion and exclusion criteria for Targeted Temperature Management after cardiac arrest

Inclusion Criteria

1. Witnessed arrest

2. Any initial rhythm, However initial thythm VF or pulseless VT is the first priority

3. Time to ACLS was less than 15 minutes and total of ACLS time less than 60 minutes

4.  GCS of 8 or below




5. SBP of > 90 with or without vasopressors

6. Less than 8 hours have elapsed since return of spontaneous circulation (ROSC)

Exclusion Criteria

1. Pregnancy

2. GCS 10 and improving

3.  Down time of > 30 minutes

4.  ACLS preformed for > 60 minutes

5.  Known terminal illness

6. Comatose state prior to cardiac arrest

7. Prolonged hypotension (ie MAP < 60 for >30 minutes)

8. Evidence of hypoxemia for > 15 min following ROSC

9. Known coagulopathy that cannot be reversed
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1. Neurological examination
2. Neurophysiologic studies
3. Neuroimaging studies

4. Biochemical markers
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FIAADATINITITIA (36) 11azHI81H neurological outcome AV (48) FINTHT TTM M lnuMnsaaauann 1
] = 4 A = ] ] o A a o (= ' v Aa aa a Y
vepentanensal 1san lua hinduduwilowduy (49) vavervvzds lutinamimsdaduneaainlannannsaly
o @ Y 1o 1 < 9 Aa @ ] . .
wensainaans Iaedamniud (s0) od1alsnamandeyaiil a Togiiu viinasae liwy pupillary light reflexes tag
corneal reflexes JIUN 3 HAIIN rewarming ﬂuqmwgﬁﬂnagsﬁa ﬁaé’ﬂ’mﬁmaz myoclonic status epilepticus Tuiu
130 Saaaedamsnensal 1san la (FPR 0%) M3A339319A18 poor motor response (no movement 130 decelebrate
response 11 Gasglow Coma Scale) a1 Tufl 3 wdanzialavgadu tsondarnadninaaiinii lud (FPR 0%) ualu
Y AN Yo o RS A A o A v aa Aa =} =2 Y 1 A
Athen 1a5umsei TTM nuniidihenatesenndulinadwinienaiiniia Tael FPR gaia 14% (51) Taodilend
o (%Y S ) o d o a @ 4 @ aa
m3wernsai lin Liddnizdeiiamelugesdlaninaunanngilangadu (52) iesninuangiunnainuea
manensal 1sa ludihendannzialangadun Idsumssnudie TT™ §aliganu Saunihlfiaeumsifnasd
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TTM (45, 50, 53, 54)
Neurophysiologic studies

Tutla91714n150329NM19 neurophysiologic studies ﬁﬁmﬂ%’aﬂmummsmmw:’ﬂawﬁ'ﬂmasﬁﬂwqmﬁ'u
1&un Somatosensory evoked potentials (SSEPs) 11812 Electroencephalography (EEG) Lﬁmﬂ%mﬁﬂumi b WS’J%‘V?{IQ
FoaNUNANUANYNAMaAYeaRLazM3 158N sedative 130 paralytic agent INARTENUABMIATIUAZ I Ana
SSEPs Yaen1 59 1¥n13n329 SSEPs fianuinFedennnit EEG Faninasie linunisaeudueseinaes
Wiareathaiid e N2 INMINTZAU median nerve el uiiae 3 dsenaamsnensailsailiia (0.7% FPR,

95% CI: 0.1 to 3.7) (46)
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HMIANEIMUIATIIND latency No1IHAUNAVEL SSEPs (N20) 1i4u0ndanensal 1saf 1ua uaaadacorticocortical
< . g dy o oy
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sSEPs 1l 1&1suentamsnensal Isanasdadamu (55) uenaniinyiinsi TT™ Inaii119 conduction
v Y v
velocities quﬁﬁulmzuw’d@@amplitudes U®3 SSEPs response (56) Wuwjjﬂaﬂﬂﬁiumﬁnmﬁ}aﬂ TTM LRAEANTID
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dmfuminsn EEG Tudihondinnzilagadi ninas1anudnyale Generalized suppression to < 20
W1V, burst-suppression pattern with generalized epileptiform activity, ‘Iﬁﬁ]generalized periodic complexes on a flat
background ﬁ)zﬂhﬂ‘ﬁmaﬂﬁﬂwmﬂmﬁmﬁ"lajﬁuﬁ'{h“hjfmﬁﬂgmmﬂmsﬁﬂmﬁ%ﬂmuﬁﬂ (3% FPR, 95% CI: 0.9 to
11) (46) MONIINENUTIAT AR Serial H3D continuous EEGs i]zv‘iﬂﬁ"lﬁ’mmgf]ﬁ’ammuﬁue‘iuﬁu%uﬂ’h
single EEGs (58) Tnennmng lugihof 1850ms$nudhe TTM $aiin 185 uenlungy sedative %30 paralytic agent 11
Glﬁjﬂﬂﬁimmﬁﬁl?ﬂéllméjﬂiﬂ H399191AANIY nonconvulsive status epilepticus N1IATIILVY serial %30 continuous
EEGs $a83 v sz snuas Imssnufinansan'l] digafinsdnuiiueaaldfifiui continuous EEGs
monitoring 55139MI3NEIR18 TTM ndannzilangasu sreuenmsnensal 1sald Tasdnyazves EEGs i

' dyd o A A o . . . .
Uﬂ"lfﬂﬂm’i‘v\lfﬂﬂimiiﬂﬂhlllﬂﬂﬂ ANYME nonreactive background 4L epileptiform discharge (59, 60)

Neuroimaging studies

menmsdauesdianudnyitesiemaunavesmsfannzilmgasu 1wy nnzideasenluaues
uﬂﬂmﬂﬁﬁaﬁﬁaﬂuaﬂﬁnmmuazmmguuiwm’dummﬂmﬁﬂnmﬁammzmmaaﬂ%}uwﬁmnzﬁﬂwqmﬁu Tay
wuNM3h CT azuanaliifiunnuialnd ldnatodnyme 1aun diffuse cerebral edema with effacement of the basal
cisterns and sulci, loss of cortical gray-white differentiation, bilateral hypodensities involving the deep gray nuclei or the
arterial border zones (61) Fuiinas29 lunuanuAnUnAdinaiuindudnansinlavgadu sxBuiuanuiand
Uszinaiui 3 (ﬁmﬁﬂﬂugﬂﬁ 2) IMIANYINUINE1OATIAIUTEHIN gray matter A9 white matter signal intensity
aTaonuiae Hounsfield Time sztavendaTemaiidihevzdedia (62) waziile 193 ¥ aduananaiin
WU 100% positive predictive value TUMITINANIZNNHANNUALITET I (63) T;Tﬂymzﬁﬁm“ﬂpfhwﬁaﬁﬁﬂ%
asnudae CT Tudihevdan iz a1 angaduiin cerebral edema 311134 i pseudo-subarachnoid hemorthage 34

9199z 1%l swaiaitly subarachnoid hemorrhage 16 (64-66)

A2UN15AT29319RA8 MRI brain vaunan1zia lavgau In15vinfesndt CT brain iiesaindesing
' ' 9 ' PRl = v 9 VoA '
Wae0819 15U szoza11umInsa9 MRI lsnaw, Tiazainludihelioimsmindesldmiownemals uaz
3 ' A o 3 ' < = ' aa o
dhuderwludiheldinsesnszquinaly Wudu egrelsnauiins@nymuiimsasiaitieieals MRI Taomwy
diffusion weighted imaging (DWI) (67) tt8 fluid attenuated inversion recovery (FLAIR) images FI9TATIINL
X L Ao A 9 oA . . v . .
hyperintensity NUNVISLTUAUN basal ganglia, caudate, striatum L10g thalamus AIUAIY cortex, subcortical white matter,
cerebellum 118 hippocampus 1ag MRI aziin 1y I lumsasiranudsialn@unni CT (@aaaslugild 3) (50, 68,
o o " 2 o 12q Y o o v == 9
69) MIATIVNVANHAULAINAIZUITFDIMINNTal 150 TR Tudirendinngialavgaidu (68) uanisreaudile
v 4
4518910 20 318NATINNUENHULAINA1INGINTSNEIRE TTM NFUTHAANTN1AAHNA (70) HBNANHTIATATID
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MR spectroscopy 18 PET scan 1io3ene1nsai 15a uaguiluiiosmsanuiduouliun s hifideagUigamuds

naain1s 15 lunendiin (71, 72)
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31]17] 2. Axial CT images demonstrating diffuse cerebral edema with sulcal effacement and loss of gray-white matter

differentiation (A) and bilateral hypodensities of the deep gray nuclei (B).
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Biochemical markers
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% @ = v W @ < =
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4 2 ' A PR Vo 7 o o =2 g . L.
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astroglial protein 11miﬂn‘ywm’Jﬂ@i’f’slumswfnﬂimTiﬂwmmazwﬂwqmmu'lﬁ'"lm (median FPR = 2% : range 0%



V= a § 1 1 o o 1%
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1 <
terminal pro-B-type natriuretic peptide (NT-proBNP) (8¢ neurofilament protein 0614 150A 10 doalimsfnuide
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uenaINNnauILdl Imsasnrdemumszuulssammenainngialangaduedaoudn laun ms
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